science & society cor respondence
Together, these three studies provide evidence that the post-translational modification of DRP1 has a crucial role in the regulation of mitochondrial dynamics and cellular function. Chang & Blackstone (2007b) have responded to our report to clarify two points. First, they have provided a sequence alignment between the rat and human DRP1 sequence and have indicated that the PKA phosphorylation of DRP1 at Ser 656 in rat (reported by Cribbs & Strack, 2007) and Ser 637 in human (reported by Chang & Blackstone, 2007a) represent the same serine residue. Second, we had referred to the loss of GTPase activity in the Cribbs & Strack (2007) study where we should have described it as a loss of Drp1 fission activity. Therefore, although Drp1 activity and GTPase activity were interchangeably used, it is important to emphasize that in the Cribbs & Strack study no reduction in GTPase activity was shown, whereas the Chang & Blackstone (2007a) study did show a reduction in both fission and GTPase activity. Although we appreciate this clarification, we would like to re-emphasize that the crucial point of our Literature Report ( Jahani-Asl & Slack, 2007) (Chang & Blackstone, 2007b) , which appeared online while our manuscript was under review, independently identified the main cAMP-dependent protein kinase (PKA) phosphorylation site in dynamin-related protein 1 (Drp1) (Ser 637 in human, Ser 656 in rat splice variant 1). Although some discrepancies between our reports in regard to the biochemical characterization of the phospho-site mutants need to be resolved with future experiments, the combined data provide unequivocal evidence for inhibition of Drp1-mediated mitochondrial scission through PKA phosphorylation. 
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